SUMMARY The following sera were tested for EB virus-specific IgA: serial sera from 61 cases of infectious mononucleosis (IM) and from 195 EBV IgG positive healthy students; single sera from each of 1469 persons of different ages, 63 cases of untreated Hodgkin's disease, and 22 neonates.
On primary infection with EB virus, serum IgG specific for the viral capsid antigen (EBVCA) is produced within a few days. The initial rise occurs usually before any laboratory investigation has been made, and after this the antibody titre varies little and persists for life. We have shown that EB virus specific IgM can be demonstrated in every patient with infectious mononucleosis (IM) , that it develops early, and that it disappears within a few months; two-thirds of our sera were negative at three months and all at one year . Detailed studies of IgA in IM or in a healthy population have not been reported, but Ho et al. (1976) did not find IgA in any of their control subjects, and Henle and Henle (1976) found that less than 5% of the controls were positive in their surveys of IgA.
Both these groups of workers found high titres of EBV IgA in serum from over 90% of cases of nasopharyngeal carcinoma. Ho et al. (1978) The incidence of EB virus infection in relation to age, as shown by the IgG curve, is similar to that found by Pereira et al. (1969) . There is a higher incidence of infection at two periods, from 1 to 6 years and from 14 to 20 years, resulting in steep rises in the curve from 0 to 40 % and from 51 to 90 % at these ages. The percentage of sera positive for IgA of the total number at each age is affected in the lower age groups by the small number of EBVinfected persons. The heavy line shows the sera positive for IgA as a percentage of the number positive for IgG. This varies from 5 to 30%, and there are two peaks coincident with or slightly after the steep rises in the IgG line.
The percentage of the Hodgkin sera positive for IgG was the same as that for the adult population (90%), and the percentage of IgG positive Hodgkin sera also positive for IgA was also similar at 16 %.
The EBV IgM test was positive on the whole serum in 16 of the ASO sera so the test was repeated on the macroglobulin fraction obtained after centrifugation on a sucrose density gradient. Eight sera were confirmed as IgM positive and presumed to be from cases of acute EB virus infection masquerading as streptococcal infection. Six of these sera were both HA-and IgA-positive. The two HA-negative sera were from children under 3, and it is known that the HA test can be negative in young children (Joncas et al., 1974) . Unfortunately, there was insufficient serum to be tested for IgA. The other eight sera were negative after fractionation. Seven of these were positive for rheumatoid factor, which was the prob- 
Discussion
There is therefore some suggestion from these results that IgA is produced during the acute illness in quantities nearly always detectable by our methods but that in 80-90°% of patients it decreases to a level that we cannot detect within a few months, similar in its time scale with the disappearance of IgM. In contrast with IgM, however, 10-20% of patients maintain a detectable amount of IgA for many years, possibly for a lifetime. It would be interesting if these 10-20% are long-term excretors of virus, such as those described by Miller et al. (1973) .
The titres of IgA detected in our sera are not as great as the majority of those measured in cases of nasopharyngeal carcinoma and their relatives by Henle (1976) and Ho et al. (1978) . It is interesting to note that the concentration of IgA in positive sera in our population lies within such narrow limits. As nasopharyngeal carcinoma associated with EB virus has not been described in the United Kingdom their suggestion that the presence of IgA may be an indication of susceptibility to this disease is not relevant here. 
